In spite of numerous studies and reports, the association between maternal diabetes mellitus and fetal malformation is not clear. Part of the problem has been in definition, both of the form of diabetes and on the position of the dividing line which separates normal variation from true malformation. The number of malformations recognized has also been influenced by the intensity of investigation and length of follow-up of the infants. A review by Rubin and Murphy in 1958 proved inconclusive while Farquhar's (1969) personal series from Edinburgh did not show an increased incidence of fetal malformation. This is contrary to the experience in Copenhagen (Pedersen, Tygstrup, and Pedersen, 1964) and Sweden (Karlsson and Kjellmer, 1972) , where there is a significantly higher incidence of malformation in the fetus of the diabetic mother. Geographical and racial factors could be invoked to account for the difference. hospital. For the purpose of this study each diabetic pregnancy was controlled with a nondiabetic pregnancy of a mother of equal parity whose hospital registration number was closest to that of the diabetic pregnancy. Hospital registration numbers were allocated at the time of the first attendance at hospital. As 90% of all babies born in Birmingham in 1972 were delivered in hospital, the control group is considered to be a representative sample of the population. All babies were examined by a doctor on at least two occasions during the first 10 days of life.
Definitions
Major malformations. Those (Table I) shows that a disproportionate number (17 out of 117, i.e. 15%) were born to mothers in group I, and that the incidence of malformation in the remaining diabetic groups was similar to that of the control groups (5%). The diabetic state of the mothers in group I whose babies had major malformation was analysed by age of onset, duration of disease, progressive diabetic vascular complications, maternal age and parity. None of these was statistically significant, though increasing parity did produce an apparent effect (Table II) . However, the groups were small and none showed a sufficiently large difference to be significant. Most of the malformed babies in group I were born to mothers aged between 21 and 25 years, which further suggests that the effect is not related to maternal age. The distribution of malformations by system is given in Table III Karlsson and Kjellmer (1972) noted that diabetic mothers ran a considerable risk (11% and 6% respectively) of having a malformed child as compared with a nondiabetic rate of 2%.
Further attempts to define the significant factors have not always led to the same conclusions. These include the presence of progressive diabetic vascular complications (Pedersen et al., 1964) , and lack strict diabetic control in pregnancy (Karlsson and Kjellmer, 1972) . The present series failed to show any relation to length of the disease, age of onset, maternal age, or the presence of vascular disease (Table VI ). An apparent effect of increasing parity may well be related to poorer diabetic control with succeeding pregnancies, though there is no concrete evidence for this and, as recent trends have been towards maintaining stricter control during pregnancy, this effect may disappear.
We have shown a particular increase in cardiovascular malformations. This was no surprise, for other authors, including Rowland, Hubbell, and Nadas (1973) , have already pointed out that heart malformations are over-represented. The defects were various and too few for comment, though previous series have suggested that ventricular septal defects, coarctations of the aorta, and transpositions of the great vessels are perhaps more common than might be expected. 
